tells the truth, but not the whole truth. Crucial data are omitted: the atria are fibrillating and the firing of the ventricular pacemaker is not only rapid, but irregular.
T he computer-assisted reading of the electrocardiogram (ECG) in
tells the truth, but not the whole truth. Crucial data are omitted: the atria are fibrillating and the firing of the ventricular pacemaker is not only rapid, but irregular.
The ECG belongs to an 85-year-old man who came to the hospital because of unstable angina. At age 66, he had undergone a coronary artery bypass operation utilizing 5 saphenous veins, and between ages 70 and 76, he had had 3 coronary angioplasty procedures for episodes of unstable angina. Paroxysms of atrial fibrillation appeared when he was 77 and 81. At age 82, a transvenous DDD pacemaker was inserted because of symptomatic sinus pauses of up to 4 seconds. In recent years his angina had always been The atrial rhythm is fibrillation. An artificial right ventricular pacemaker controls the ventricles at a rapid rate. The pacer rhythm is irregular except for beats 2, 7, 9, and 11, which follow pacer-pacer intervals of 0.54 seconds. Thus, the ECG strongly suggests a malfunctioning A-V sequential pacemaker with the atrial lead sensing atrial fibrillatory waves, causing the ventricles to be paced up to an upper rate limit of approximately 111 beats per minute.
BAYLOR UNIVERSITY MEDICAL CENTER PROCEEDINGS VOLUME 13, NUMBER 2 Figure 2 . After the DDD pacemaker is programmed to the VVI mode, paced ventricular beats (1, 4, 5, 7) are seen only after R-R intervals of 1.2 seconds, which is consistent with no atrial sensing and a lower ventricular rate limit of 50 beats per minute. Widespread T-wave inversion in the conducted complexes could be due to the recent ischemia and/or frequent ventricular pacing. exertional and mild. He had been able to complete his daily 2-mile walk without difficulty with the aid of nifedipine and atenolol and with prophylactic nitroglycerin taken sublingually at both the beginning and the halfway point of the walk. Beginning 2 weeks before admission, however, any exertion brought on angina, which also began occurring at rest. On the day of admission, a 2-hour episode of chest pain was unrelieved by 3 nitroglycerin tablets. Unstable angina frequently results from instability of a coronary plaque with an increase in coronary arterial narrowing. Not infrequently, however, worsening angina is caused by a decrease in blood oxygen carrying capacity or by an increase in myocardial oxygen demand (Table) . This patient forgot to take amiodarone for 2 to 3 months, allowing atrial fibrillation to reappear. His intrinsic atrioventricular nodal disease would have prevented a rapid ventricular response, but the atrial lead of the pacemaker sensed many of the fibrillatory waves, thus causing rapid pacing of the ventricles. When the patient was admitted, his pacemaker was reprogrammed to the VVI mode at a rate of 50 beats per minute (Figure 2) , and he had no further angina. Cardiac enzymes remained normal, and since his discharge, the patient has reverted to his old pattern of infrequent, mild, exertional angina.
In this patient unstable angina was not precipitated by worsening of his long-standing 3-vessel coronary disease but by the onset of atrial fibrillation and malfunction of his DDD pacemaker. The ECG was the key to making this diagnosis.
